Abstract 
Introduction

Poliomyelitis is caused by poliovirus infection, and is characterized by impairment of motor neurons in the spinal cord, brain, and brainstem (1). Since the introduction of the oral polio vaccine (OPV), infection from the wild type poliovirus has not been reported in Japan since 1981 (2). However, OPV can cause vaccine-associated paralytic poliomyelitis (VAPP) in rare cases
, and acute disseminated encephalomyelitis (ADEM) associated with OPV has also been described in one report (4) . We describe a patient with acute paresis and brain MRI abnormalities after OPV intake.
Case Report
A 27-year-old woman and her 6-month-old 
F i g u r e 1 . MRI o n t h e 2 8 t h d a y a f t e r OP V i n t a k e . T 2 -we i g h t e d a x i a l i ma g e s o f t h e mi d b r a i n ( A) a n d t h e u p p e r p o n s ( B ) r e v e a l e d h i g h i n t e n s i t y l e s i o n s i n t h e l e f t c e r e b r a l p e d u n c l e a n d t h e t e g me nt u m o f t h e u p p e r p o n s , r e s p e c t i v e l y . Co r o n a l F L AI R i ma g e ( C) r e v e a l e d h i g h i n t e n s i t y l e s i o n s i n t h e t r u n c u s c o r p u s c a l l o s u m a n d c e n t r a l p o r t i o n s o f t h e u p p e r p o n s . Ax i a l F L AI R i ma g e s ( C, D)
s h o we d h i g h i n t e n s i t y l e s i o n s i n t h e t r u n c u s o f t h e c o r p u s c a l l o s u m. (Fig. 1) . A second DWI, T2-weighted MRI, and FLAIR on the 38th day after OPV intake revealed high intensity signals in the right parietal lobe in addition to the pons and corpus callosum (Fig. 2) (6) . Interestingly, an abnormal high intensity signal was described in the cerebral peduncles of the midbrain as seen in the present patient. Muscle weak-
F i g u r e 2 . MRI o n t h e 3 8 t h d a y a f t e r OP V i n t a k e . Ax i a l F L AI R i ma g e s s h o w h i g h i n t e n s i t y l es i o n s i n t h e r i g h t p a r i e t a l c e r e b r a l l o b e ( A) a n d t h e t r u n c u s o f t h e c o r p u s c a l l o s u m ( C) . Ab n o r ma l
e n h a n c e me n t s we r e o b s e r v e d i n t h e r i g h t p a r i e t a l c e r e b r a l l o b e ( B ) a n d i n t h e t r u n c u s o f t h e c o rp u s c a l l o s u m ( D) o n g a d o l i n i u m-e n h a n c e d T 1 -we i g h t e d i ma g e s .
ness in the right lower extremity in our patient may be attributed to the lesion in the left cerebral peduncle. We also observed an abnormal high intensity signal mainly in the truncus of the corpus callosum. A reversible lesion in the splenium of the corpus callosum has been reported in encephalopathy, encephalitis, ADEM and epilepsy, and two possible mechanisms have been postulated: intramyelinic edema and inflammatory infiltrates (7) 
